neural circuitry affected by the disease. The abnormal tions between the striatonigral and thalamocortical networks allow for feedforward and feedback transfer of function of the neuronal connections that generates Parkinsonism is typically described as being centered information (Haber, 2003) . When these circuits go awry-with the loss of dopamine and synaptic control within the basal ganglia regions of the brain. Loss of dopaminergic neurons in the substantia nigra and ultiin putamen in Parkinson's disease, the increased firing rate of the globus pallidus, and the similarly overactive mately a decline in dopamine levels result in abnormal striatal neuronal physiology, which is followed by dyssubthalamic nucleus-surgical intervention can be an effective treatment option (Welter et al., 2004) . Indeed, function in the pallidal nuclei. Dr. Peter Strick (Departments of Neurobiology, Psychiatry, and Neurological such surgery prevents the dopamine loss-induced feedback inhibition of initiation of movement seen in ParkinSurgery, University of Pittsburgh, PA) discussed which cortical areas are the targets of these basal ganglia son's disease. However, some dopamine function is still required for such surgical interventions to be effective, outputs and showed that the functionally segregated circuits that arise from the basal ganglia also have a and the primary desired effect in patients is to remove their drug-induced side effect through the basal gansurprising degree of topographic organization in the cerebral cortex ( 
